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Summary MicroRNAs (miRs) are small noncoding RNAs that regulate gene expression. Myocardial infarction is
a common cardiovascular event that results in cardiac remodeling and subsequent chronic heart failure. Several
miRs have been reported to regulate important pathophysiological processes that lead to the consequences of myo-
cardial infarction, Cardiac regeneration can also be regulated by miRs that interfere with cardioprotective effects
mediated by stem or progenitor cells. miRs can also be used for direct reprogramming of cardiac fibroblasts into
cardiomyocytes. Besides, miRs can regulate postischaemic angiogenesis and be transported via communication be-
tween cells of various types. In this review, we focus on the current understanding of the roles of miRs in these

processes and particularly discuss the therapeutic potential and limitations of miRs in rendering cardiac regenera-

tion and repair after myocardial infarction.
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Summary Cardiovascular disease has become one of the major diseases that our country and even the whole world
faces. Two asymmetric dimethylarginine CADMA) is an endogenous nitric oxide synthase (NQOs) inhibitor, com-
petitive inhibition of nitric oxide (NO) production induced oxidative stress caused by vascular endothelial dysfunc-
tion, leading to the development of cardiovascular disease. It has been found that ADMA is the independent pre-
dictor of cardiovascular disease risk and new factors, the regulation mechanism of ADMA in cardiovascular related
diseases, as well as a new marker in the diagnosis of cardiovascular disease related research progress are reviewed
in this article.
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